Hemifacial Spasms Provoked by Ipsilateral Gaze
neurons in the paramedian pontine reticular formation responsible for ipsilateral horizontal saccade and (2) gaze centers playing a role in ipsilateral horizontal smooth pursuit. Both gaze centers project to the ipsilateral abducens nucleus which controls both abducens motor neurons (responsible for ipsilateral eye abduction) and internuclear neurons projecting via the medial lateral fasciculus to contact the medial rectus subgroup of the contralateral oculomotor neurons (responsible for contralateral eye adduction). Synkinesis is most common between different parts of the same nerve. The facial nerve is the most frequently involved cranial nerve, although synkinesis in other cranial nerves has been described (e.g. oculomotor nerve) [1, 2] . Only a few cases of synkinesis between two different cranial nerves have been reported (e.g. facial-trigeminal, trigeminal-oculomotor, trigeminal-abducens, abducens-trigeminal, facialoculomotor, and oculomotor-abducens synkinesis) [3] [4] [5] [6] [7] [8] [9] [10] [11] [12] . Since hemifacial contractions were provoked by both smooth pursuit and saccade to the right side in our patient, the primary lesion was probably in the abducens nucleus itself. Synkinesis between the abducens and facial nucleus or nerve, like in our patient, has never been described earlier. In our patient, injury of the abducens nucleus was probably ischemic in origin due to microangiopathy. Pathophysiologically, aberrant regeneraDear Sir,
A 78-year-old man with diabetes mellitus, hypercholesterolemia, arterial hypertension, and obstructive sleep apnea syndrome as cardiovascular risk factors and a history of transient conjugate right-sided gaze palsy (confirmed by a neuro-ophthalmologist) 1 year ago presented with paroxysmal right-sided facial contractions. Clinical examination showed right (inferior dominant) hemifacial spasms provoked by lateral gaze (on both pursuit and saccade) to the right (online supplementary video 1, www.karger.com/doi/10.1159/000287472). Oculomotricity testing was strictly normal. Brain MRI showed periventricular leukoencephalopathy and small multifocal T 2 -hyperintensities in the brainstem compatible with ischemic microangiopathy. 3D CISS MRI sequences confirmed bilateral microangiopathic changes at the pontomesencephalic junction and the lower pons (corresponding to the location of the center implicated in lateral gaze), in absence of abnormalities along the extra-axial part of the abducens and facial nerves ( fig. 1 ). Since our patient had an episode of conjugate gaze palsy (and not isolated abduction palsy), synkinesis was probably related to injury of the brainstem structures involved in lateral gaze (rather than related to intraor extra-axial abducens nerve injury) inducing aberrant regeneration to the most nearby axons (i.e. the inferior part) of the facial nucleus or fasciculus. This lateral gaze center contains (1) excitatory burst tion of injured axons to nearby uninvolved axons is the most probable mechanism in synkinesis. Another theory suggests that ephaptic transmission occurs between injured, poorly myelinated, axons and adjacent normal axons, thereby creating an artificial synapse between the nerves. 
